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Convergent architecture of the electron transfer system: NADH- and Q-junction
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o SUIT symbols have evolved for laboratory practice with the requirement to keep abbreviations short. They are
not intended for use outside the SUIT framework.
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Caution: When using the 02k-sV-Module (small-volume 02k-Chamber: 0.5 mL), titration volumes and stock
concentrations have to be adjusted.
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